Superoxide dismutase (SOD) is an enzyme thought to provide protection against superoxide anion, believed to be a prime agent of 0 pulmonary toxicity. We have previously shown that whereas i m ? u r e animals can respond to hyperoxia with an increase In lung SOD activity, adults seem incapable of this protective enzyme response (J. Peds., In press). Also, all neonatal rats (1-7 days old) survived a 3 day exposure to 96-988 0 but only 26% (21/80) of adult rats survived and all had evlde4;e of marked -lung edema.
Treatment of adult rats with daily 1.p. injections of a plasma protein fraction (~lasmanate@ resulted in an increase In lung SOD activity (51 + 6%) and, concomitantly, in 93% survival (39/42) after 3 days of-o2 exposure. There was no g K s s evidence of pulmonary edema in 37 of the 39 survivors. Subseauent to these studies. the ~lasmanate@used was found to be contaminated with bactiria (5 The study demonstrated: (1) plasma PGE and F are elevated in HMD as compared with controls and the ratio PGE:F is decreased; (2) upon recovery from HMD, PGE and F are elevated as compared with controls but PGE:F ratio is increased and similar to controls; (3) increased PGE level and high PGE:F ratio may contribute to the PDA. 
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